He was moderately anaemic and weighed 41 Kg. Axillary lymph nodes were palpable on both sides which were discrete, nontender, firm in consistency. He had also hepatosplenomegaly. Liver was palpable 4 cm below the right costal margin and it was nontender, firm in consistency, smoothed surface and with sharp margin. Spleen was palpable 16 cm from the left costal margin which was nontender and firm in consistency. He had no jaundice, oedema or other stigmata of chronic liver disease. The patient was treated with injection sodium stibogluconate intravenously at a dose of 20mg/kg for 20 days. Fever subsided at the 7 th day of therapy. Spleen showed regression of size and lymphadenopathy disappeared at the 3 rd week of therapy.
LYMPHADENOPATHY -AN UNUSUAL

Discussion:
Visceral leishmaniasis presenting with fever and hepatoslenomegaly is a common phenomenon in Bangladesh. Identification of this disease is commonly done by indirect methods such as rapid diagnostic DAT (Direct Agglutination Test) and rK39. The disease is confirmed by identifying LD bodies in the bone marrow and splenic puncture. To the contrary kalazar lymphadenopathy and finding of LD bodies in the lympnodes is quite uncommon in the Indian subcontinent, which is a fairly common presentation in African kalazar specially Sudan. 2 Authors claim to report The first case of lymphatic leishmaniasis in Nepal in 2001 3 though in our search it was revealed that reports of kalaazar lymphadenopathy can be dated, back to 1998 where a 13 year old boy from Dharan, Nepal was reported to be diagnosed with the said. 4 Lymphadenopathy in kalazar has also been reported in a number of journals in India. In a case report from Iran they found LD bodies from submental lymphnodes of a 9 year old boy. Iran being a country not known to have kalaazar lymphadenopathy inspite of being an endemic area for visceral leishmaniasis; therefor suggested to keep in mind kalaazar as a cause of lymphadenopathy in endemic areas. 5 In 2007 a Bangladeshi expatriate in Singapore was diagnosed to have kalaazar through bone marrow aspiration, on clinical examination cervical lymphadenopathy was present but no biopsy was taken or FNAC performed as for so it is not possible to differentiate whether the enlargement was due to involvement of the lymphnodes or a reactive change. 6 We however were unable to find any other case involving Bangladesh or a Bangladeshi individual having been reported for kalaazar lymphadenopathy. The interesting finding of our case is the absence of LD bodies in the usually expected sites namingly bone marrow and spleen, to the contrary the presence of LD bodies exclusively in the lymphnodes is quite unique for this region and has opened a new arena to think about.
We therefore suggest keeping in mind kalaazar whenever a patient presents with fever, hepatosplenomegaly and lymphadenopathy in an endemic zone.
